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a cal prion protein before or after protease digestion in whole hemispheric sections of the occipital lobe or in regions with disease specific pathology in any of the cases of movement disorders examined ( figure (b) ).
Discussion
Transmissible spongiform encephalopathies are caused by pathological prion protein' that accumulates in grey matter and was clearly shown in cases of Creutzfeldt-Jakob disease we examined. By contrast, examples of Lewy body disease, multiple system atrophy, Steele-Richardson-Olszewski syndrome, Pick's disease, and corticobasal degeneration were negative, thereby excluding a role for prions in the aetiology of these disorders. The pathological hallmarks of prion diseases comprise neuronal loss with spongiform degeneration and severe astrocytic gliosis.5 Some cases of Creutzfeldt-Jakob disease have been described, however, that lack appreciable spongiform change on light microscopical examination6 thus making it more difficult to exclude this diagnosis on morphology alone.7
It has been suggested that status spongiosus (which denotes the end stage of spongiform degeneration in the prion diseases) may be attributable to hypoxia or other metabolic derangements in the agonal state when it occurs in non-prion diseases. 
